Hypercalcuria occurs in many conditions including hyperparathyroidism, vitamin D poisoning, sarcoid, and renal tubular acidosis. In adult patients with renal calculi, the urinary calcium excretion may be high for no apparent reason. Such patients include (a) those described by Hodgkinson and Pyrah (1958) , hypercalcuria being the only abnormal tinding, and (b) those described by Henneman, Benedict, Forbes, and Dudley (1958) : in this group the patients, who were all males, had a low serum phosphorus without hypercalcaemia in addition to hypercalcuria. Hodgkinson and Pyrah (1958) showed that hypercalcuria was associated with an increased incidence of stone formation, and demonstrated that hypercalcuria and the incidence of renal calculi were higher in men than in women. Four dwarfed children with hypercalcuria have recently been described by Royer (1962) .
Hypercalcuria occurs in many conditions including hyperparathyroidism, vitamin D poisoning, sarcoid, and renal tubular acidosis. In adult patients with renal calculi, the urinary calcium excretion may be high for no apparent reason. Such patients include (a) those described by Hodgkinson and Pyrah (1958) , hypercalcuria being the only abnormal tinding, and (b) those described by Henneman, Benedict, Forbes, and Dudley (1958) : in this group the patients, who were all males, had a low serum phosphorus without hypercalcaemia in addition to hypercalcuria. Hodgkinson and Pyrah (1958) showed that hypercalcuria was associated with an increased incidence of stone formation, and demonstrated that hypercalcuria and the incidence of renal calculi were higher in men than in women. Four dwarfed children with hypercalcuria have recently been described by Royer (1962) .
The present report describes a 6-year-old white English boy (E.B.) who had nephrocalcinosis. He was found to have hypercalcuria of the 'idiopathic' variety as determined by systematic exclusion of disorders known to cause hypercalcuria. Hypercalcuria was also demonstrated in his father and brother but not in his mother. Henneman, Dempsey, Carroll, and Albright (1956) suggested that sodium phytate might be of use in the treatment of hypercalcuria, since it was known that 2 905 g. ofsodium phytate (Na12C6H6O24P6 38H20) would precipitate 0 306 g. calcium (Hoff-J0rgensen, 1946;  Hoff-J0rgensen, Andersen, and Nielsen, 1946) . The treatment was used successfully by Henneman et al. (1958) , who found that in combination with a high fluid intake and removal of cheese and milk from the diet, sodium phytate decreased the hypercalcuria and prevented the growth of renal stones and their recurrence. Hoff-J0rgensen et al. (1946) 10-(UF 60),9-3, 9-8 (UF 6-4),9-1 (UF6-3) 4-5, 37, 39, 36. 4 3, 4 3, 3-7,337 17, 17, 15, 14, 13 An initial five-day calcium balance (balance study I) as described by Clayton and Cotton (1961) showed definite hypercalcuria ( Fig. 1 and Table 3 ). The mean daily urinary excretion of calcium was 232 mg.; Macv (1942) found an average excretion of 73 = 24 mg./24 hours for normal 6-year-old children, and Knapp (1947) gave a figure of 79 1 39 mg. for normal 5-to 9-year-old children receiving 0-7 to 0 -999 g. calcium per day. There was no consistent diurnal variation in the excretion of calcium in urine produced during six consecutive 12-hour periods (Table 3) . Only 60o of the calcium intake was actually retained; Macy (1942) gave a figure of 190o for normal 6-year-old children. The phosphorus balance was within normal limits, the percentage retained being 12% (normal value = 130% (Macy, 1942) \\ithin the normal range and the ultrafiltrable calcium \\s4a also %\ithin normal limits. The mean serum phoiphorus of4 0 mg 100 ml. xai at the lo\ker end of the normal range (3-8 to 2 mg. 100 ml.) for 6-\ear-old children.
During balance stud% II the patient \\as placed on a lo%k calcium diet. and on this regime he iivtiallk %kent into negati\e balance Fig. 1 He then v\ent into positixe balance and hi, dailv urinar% excretion of calcium fell -iificantl-. The-Se results. to2ether %kith the neeati%e radiological findings. v6ere strongly again;t h!perparathvroidism as a cause of the hxpercalcuria During balance studv IV ( Fig. 1 Since idiopathic h%percalcuiia ma! be a familial disorder. 24-hour urine specimens; from both parent, and a l0-%ear-old brother Aere examined (Table 4 . Both father and brother had raised urinarv calcium le%els wvith normal serum calciums and normal blood ureas. Neither sho,'.ed nephrocalcinosis on plain abdominal radiograph. but the father had a mild 'y-mptomle;s h\perten ion of 160 100 mm.Hg. Treatment A preliminar% stud% ,kas performed to determine the effect of sodium ph%tate on urinar'-calcium excretion. ..
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Straight radiograph of abdomen .. Normal Normal c Normal value for men; 100-300 mg. daily (Hodgkinson and Pyrah, 1958) ; normal value for women. 100-250 mg. daily (Hodgkinson and Pyrah. 1958) ; and normal value for boys 11 years old. 74 -17 mg. daily (Macy. 1942 The level of serum calcium remained within normal limits during the time that sodium phytate was being given.
Since the sodium phytate appeared to have lost its effect, it was stopped. The urinary calcium excretions two and ten weeks later were still raised at 214 and 235 mg./24 hours, and 178 and 226 mg./24 hours. These excretions were similar to those found when the child was receiving 9*0 g. sodium phytate daily.
However, six months after stopping the sodium phytate the urinary calcium excretion had risen to 238 mg. and 360 mg./24 hours, and though the patient felt well his increase in height had halted for six months (Fig. 2) . These facts suggested that we had been wrong in assuming that sodium phytate had completely lost its effect. Since the return of his hypercacuria and cessation of growth appeared to be related, a further attempt will be made to reduce his urmary calcium excretion. He will be given oral sodium dihydrogn phosphate (Dent, 1962) (1953) , though these workers emphasized that this was not invariable and differences between individuals with respect to compensation were large. The mechanism of resistance to phytic acid is obscure. There may be some way in which the intestines can overcome the effect of phytic acid on calcium absorption. Alternatively, the effect of sodium phytate may persist but the decreased calcium absorption may lead to increased parathyroid activity which maintains the normal serum calcium and the hypercacuria. The subsequent rise in E.B.'s urinary alcium and cessation of growth in height after stopping phytic acid suggests that in fact he never completely escaped from the drug's action; it is more probable that the dose was not pushed sufficiently high.
In most patients with a high urinary excretion of calcium no cause is found. It has been suggested that there may be a renal tubular defect in the reabsorption of calcium, or prmary excessive intestinal absorption of cacium, or abnormal sensitivity to vitamin D (Albright, Henneman, Benedict and Forbes, 1953; Henneman et al., 1958; Jackson and Dancaster, 1959) , but none of these theories fits all the facts.
